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Understanding and managing hyperphosphatemia in dialysis patients
Ken-ichi Miyamoto, Mikiko Ito, and Masashi Kuwahata
Department of Nutrition, The University of Tokushima School of Medicine, Tokushima, Japan
SUMMARY
Hyperphosphatemia continues to affect a large portion of the dialysis population and is as-
sociated with increased patient mortality, secondary hyperparathyroidism, renal osteodystrophy
(ROD), and therapeutic failure of calcitriol. Elevated serum phosphorus is implicated in the
pathogenesis of ROD through its effects on calcium and calcitriol levels, PTH production, and
parathyroid cell proliferation. The exact role of phosphorus in ROD is not completely de-
fined, however, and clinical management of ROD is complicated by interactions between
phosphorus, calcium, PTH, and calcitriol. Despite these challenges, strategies for managing
ROD-including early control of serum phosphorus and PTH by low phosphate diet, establish-
ment of markers for optimal parathyroid and bone health, and availability of new therapeu-
tic tools-can help prevent complications and improve patient outcomes.
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